We describe an 11 year old girl with a de novo unbalanced t(X;10) that resulted in a deletion of Xq26-Xqter and a trisomy of lOq21l-10qter. Her clinical features were of distal trisomy lOq, but she lacked the cardiovascular and renal malformations observed in duplications of lOq24-10qter and had only moderate mental retardation. X inactivation was assessed on peripheral blood lymphocytes by late replication with BrdU (LR) and the human androgen receptor assay (HAR). By LR the der(X) was inactive without spreading to lOq21-*10qter in all cells. The HAR assay showed skewed methylation of the paternal allele (90%). The correlation of HAR and LR suggests that the der(X) was paternally inherited and is consistent with data from other de novo balanced and unbalanced X;autosome translocations detected in females. This is the first report of parental origin of a de novo trisomy lOq.
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Unbalanced rearrangements involving chromosomes X and 10 . Figure 3 The arrow shows the late replicating derivative X without spreading of inactivation to 10q21-40qter.
CYTOGENETIC STUDIES
Chromosomes from peripheral blood I phocytes were analysed by GTG banding bands). An unbalanced translocation X; 10 resulted in a duplication of 1 Oq21.2-10 and a deletion of Xq26-*Xqter was obsei (karyotype 46,X,der(X)t(X; 10) (q26;q21 (figs 1 and 2). Parental chromosome stu were normal. X inactivation was studied in 100 1 phocyte metaphases by the late S pi labelling technique with BrdU developed fig 4) . Since the der(X) is 100% late replicating in lymphocytes and 90% of the paternal HAR allele is methylated (inactive) in blood leucocytes, these data correlate and suggest a paternal origin of the der(X).
Discussion
We report an unbalanced de novo X;10 translocation that resulted in a deletion of Xq26-*Xqter and a trisomy of 1Oq2 1 1 Oqter in a girl with features of distal trisomy 1 Oq (table 1). The molecular-cytogenetic analysis of X inactivation in blood cells showed that it was inherited from the father and is the first parental origin identification of a de novo distal trisomy 1Oq.
Trisomy 10q is a distinct chromosomal syndrome characterised by growth retardation of prenatal onset and craniofacial, skeletal, and other somatic anomalies.6 7 There is usually severe mental retardation, but mild to moderate intellectual deficit, as in our proband, has been observed.6 Long term prognosis is usually poor owing to complications of heart and renal malformations (table 1) . Most cases are unbalanced products from autosomal translocations and the X chromosome is rarely involved.8 To our knowledge there is only one previous publication of a child who inherited a der(X) from a maternal X; 10 translocation. Our patient is the second report of a der(X)t(X; 10), is "de novo", and has craniofacial, skeletal, hand, and foot anomalies compatible with trisomy 10q24-*l0qter syndrome, but does not have cardiovascular or renal malformations which usually reduce the survival rate to 1/2 or 1/3 in the first year of life ( 
